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See graph below. Conclusions: Despite improved metabolic parameters with the Atkins’
diet, endothelial function is not improved in Type II diabetics.
1027-198 The Effect of Body Weight Change on Arterial Wall 
Properties
Christos Papamichael, Georgia Vamvakou, Kimon Stamatelopoulos, Konstantinos 
Aznaouridis, Paraskevi Katsichti, Ignatios Oikonomidis, Emmanouil Karatzis, Vasilios 
Sideris, John Lekakis, Myron Mayrikakis, Alexandra Univercity Hospital, Athens, Greece
Background: Excess weight gain in adulthood increases the risk for CAD, hypertension
and diabetes mellitus and is associated with higher intima-medial wall thickness (IMT) of
the carotid artery.
Objective: To examine the effect of weight gain since adolescence on vascular wall prop-
erties.
Methods: Seventy-one healthy individuals (26 men, age 36.5 + 9 years) with a wide
range of body-mass index (BMI, 28.8 + 6.9, 19.3 – 57.9 kgr/m2) without any risk factors
for CAD were examined. Weight change was calculated as the difference between weight
at the baseline examination and self-reported weight at age 18. Each participant was
examined for flow-mediated dilatation (FMD) of the brachial artery, IMT at 3 sites of the
carotid artery and compliance and distensibility in the common carotid artery.
Results: Mean weight gain was 15.9 + 15.1 kgrs (range -15 to 95 kgrs). Weight gain was
significantly correlated with IMT (r=0.339, p<0.005), FMD (r= -0.250, p<0.05) and pulse
pressure (r=0.284, p<0.05). Weight gain was stronger predictor of combined and carotid
bulb IMT when compared to waist to hip ratio (WHR) and BMI. When adjusted for age,
gender, current BMI, WHR and systolic and diastolic blood pressure, weight gain was still
an independent predictor of carotid bulb IMT. Individuals with more than 10 kgr weight
gain had significantly lower FMD (p=0.05), carotid distensibility and compliance (p<0.05)
and higher IMT in the internal carotid artery (p<0.05).
Conclusion: Weight gain in adulthood is an important parameter which significantly
affects vascular wall properties independently of current BMI and body fat distribution.
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1028-165 Obesity Is the Major Determinant of Elevated C-Reactive 
Protein in Subjects With the Metabolic Syndrome
Doron Aronson, Peter Bartha, Arthur Kerner, Walter Markiewicz, Ofir Avizohar, Gerald 
Brook, Yishai Levy, Rambam Medical Center, Haifa, Israel
Introduction: Elevated C-reactive protein (CRP) is strongly associated with characteris-
tics of the metabolic syndrome (MS). However, the relative importance of various compo-
nents of the MS in promoting the inflammatory state is unclear.
Subjects: We conducted a population-based cross sectional study of 1929 apparently
healthy subjects (age 50 ± 10 years; 63% males). Diagnosis of the MS was based on the
ATP III Criteria. The relationship between CRP and the MS was assessed using general
linear models adjusting for age, gender, physical activity, HRT, smoking, BMI, triglycer-
ides, HDL, fasting glucose, and hypertension. 
Results: Subjects with obesity (Ob+) had markedly higher CRP level compared to sub-
jects without obesity (Ob-) regardless of whether they had the MS (Figure A). There was
no significant difference in CRP levels between nonobese subjects without the MS (MS-,
Ob-) and subjects in whom the diagnosis of the metabolic syndrome was based on crite-
ria other than obesity (MS+, Ob-) (P = 0.79). Similarly, CRP levels did not differ among
obese subjects with (MS+, Ob+) and without (MS-, Ob+) the metabolic syndrome (P =
0.99). There was a linear increase in CRP levels with an increase in the number of meta-
bolic disorders (Figure B). However, the relationship substantially diminished after con-
trolling for BMI.
Conclusion: Obesity is the most important contributor to the chronic subclinical inflam-
mation associated with the metabolic syndrome.
* P < 0.005 compared with MS-, Ob-; † P < 0.01 compared with MS+, Ob-;
1028-166 Association of Coronary Heart Disease With Interleukin-
1 Gene Variants in the Atherosclerosis Risk in 
Communities Study
Steven Offenbacher, James D. Beck, James Pankow, Lloyd Chambless, Molly Bray, 
David Couper, Paul M. Martha, Kenneth Huttner, John Rogus, Gordon W. Duff, University 
of North Carolina, Chapel Hill, NC, Interleukin Genetics Inc., Waltham, MA
Background: Current evidence supports the hypothesis that proinflammatory variants of
the interleukin-1 (IL-1) gene cluster are associated with elevated levels of C-reactive pro-
tein and may confer an increased risk of coronary heart disease (CHD).
Methods: To investigate further the relationships between IL-1 and CHD, we analyzed
variations IL-1A(+4845), IL-1B(+3954), IL-1B(-511), and IL-1RN(+2018) in the genes for
IL-1α, IL-1β, and IL-1ra. A subset of the Atherosclerosis Risk in Communities (ARIC)
Study comprising a case sample of 955 with incident CHD (myocardial infarction, fatal
CHD, or cardiac procedure) and a 918-person cohort random sample was used. Propor-
tional hazards regression was done using SAS Proc PHREG with Barlow macro to adjust
for stratified sampling.
Results: Adjusting for age, gender, race, diabetes, smoking, cholesterol, and hyperten-
sion, statistically significant associations in CHD hazard risk ratio (HRR) were demon-
strated for IL-1A(+4845), IL-1B(-511), and IL-1RN(+2018). The strongest genetic
association was found in a subset with total cholesterol <200 mg/dl, a population consid-
ered to be at relatively low risk for CHD. In these 261 cases and 325 non-cases, HRR for
IL-1A(+4845) 2.2 vs.1.1/1.2 was 4.03 (1.58-10.25, p=0.0034). Similar results (HRR=4.95,
p=.0051) were obtained for a sensitivity analysis of 2.2 vs. 1.1, indicating that inclusion of
heterozygotes in the reference group is not pivotal. Significance was achieved in both
racial groups, but the effect in African Americans (HRR=20.3, p=0.00035) is intriguingly
large compared to that in Caucasians (HRR=3.27, p=0.025). The modest number of Afri-
can Americans with a 2.2 genotype (n=7) may play some role in this finding, but bona fide
population differences may also be responsible.
Conclusion: These findings suggest that certain IL-1 gene variants impart an increased
risk for CHD that behaves independently of traditional risk factors such as diabetes and
smoking. Moreover, the importance of IL-1 genes is most apparent in those who are not
already at high risk due to elevated cholesterol.
1028-167 A Synergistic Interaction Between Premature Family 
History of Coronary Heart Disease and Metabolic Risk 
Factors Enhances Risk of Subclinical Atherosclerosis
Khurram Nasir, Joel B. Braunstein, John A. Rumberger, Darshan Dalal, Matthew J. 
Buddoff, Wendy S. Post, Roger S. Blumenthal, Johns Hopkins Medical Institutions, 
Baltimore, MD, Ohio State University, Columbus, OH
Background: Coronary heart disease (CHD) is a complex disease caused by interaction
of a number of genetic and environmental factors. While premature family history (FH) of
CHD is widely recognized as a major risk factor for atherosclerosis, few studies have sug-
gested positive FH to be a marker of increased susceptibility to the deleterious effects of
traditional risk factors (RF). Using an asymptomatic population, we explored the interac-
tion between metabolic RF and premature FH of CHD in predicting presence and severity
of risk coronary artery calcification (CAC).
Methods: We studied 6049 consecutive, physician-referred, asymptomatic, non-diabetic
individuals (55±8 yrs, 67% males) who underwent electron-beam tomography (EBT)
between 1999 and 2002.Metabolic RFs assessed were hypertension, hypertriglyceri-
demia, low HDL and obesity. Participants were classified as low risk (<2 RF) and high-
risk (>2 RF). Synergy index (SI) score and interaction terms were employed in logistic
regression models to assess possible synergism. SI>1 indicates the presence of syner-
gistic interaction. Subclinical atherosclerosis (SCA) was defined as age-gender adjusted
>75th percentile CAC scores.
Results: Seventeen percent (n=1028) of individuals were classified as high risk (>2 RF).
Median, 75th and 90th percentile CAC were significantly greater in high vs. low risk group
(0, 71, 364, vs. 18, 178, 668, respectively, p<0.0001). Increased odds of SCA were
observed with presence of FH in both males (1.7, p<0.0001) and females (1.4, p=0.004).
Significant interaction existed between FH and risk level in prediction of CAC (p=0.01).
After adjusting for potential confounders, the odds associated with high-risk in absence of
FH was 1.3 (95% CI= 1.1-1.3), FH of premature CHD alone (1.5, 1.3-1.8) and combined
